Poisoning with organic mercury is uncommon (Cumings, 1959) and there have been few detailed pathological studies (Hunter and Russell, 1954; Brown, 1954) . With the increasing use of insecticides and fungicides containing organic mercury more cases may be encountered. There has also been described from Japan another type of organic mercurial poisoning (Kurland, Faro, and Siedler, 1960) ; the occurrence of mercurial poisoning in Iraq has also been described (Jalili and Abbasi, 1961 NECROPSY Post-mortem examination was carried out eight hours after death. The body was that of a grossly emaciated young male with severe flexion deformities of the lower limbs and extensive bed sores on the buttocks, heels, and sacrum. Examination of thoracic and abdominal organs revealed no significant abnormality, and histological examination of the lungs, aorta, adrenal, thyroid and pituitary glands, stomach, liver, spleen, heart, and kidneys showed no significant abnormalities. Naked-eye inspection of the brain showed neither evidence of raised intracranial pressure nor obvious signs of focal or general atrophy. On cutting the brain the ventricles were not dilated, and there was no macroscopic evidence of demyelination. Apart from occasional filmy adhesions in the subarachnoid space the spinal cord showed no naked-eye lesions. The brain was fixed in formol ammonium bromide and the spinal cord in 10 % formaldehyde.
HISTOLOGY Sections of the brain from various areas show a fine cribriform appearance ofthe white matter. This porosity affected the corpus callosum (Fig. 1) , the anterior commissure, and the subcortical white matter (Fig. 2) The cerebral cortex was affected in relation to the cribriform areas; especially in the calcarine cortex was there loss of nerve cells in all layers but especially in lamina V. Also involved but to a lesser degree were the motor and sensory cortex, the caudal part of the first temporal gyrus, and the parastriatic region.
Although other areas were affected changes were less marked, while the striatum, globus pallidus, thalamus, optic tracts, and chiasma and periaqueductal grey matter were all normal.
The cerebellum showed small areas of porosity in the white matter but the main change affected some of the Purkinje cells (Fig. 3) which were degenerative or absent with many empty 'baskets'. In a few places the granule cells were reduced in numbers. Other parts of the cerebellum were normal. The brain-stem was almost normal, but there was some pallor of the myelin in the lateral and anterior corticospinal tracts in the spinal cord in all regions.
Vascular changes were present to some extent in the brain and very slightly in the spinal cord. These consisted of some collagenous thickening of the arterioles but more especially in a fine adventitial stippling of the capillary walls, best seen in the dentate nucleus.
CHEMICAL ANALYSIS Parts of the brain, liver, and kidney were analysed for mercury and the results are compared with those in other reported cases in Table I . This case differs from some others in that the greatest amount of mercury is found in the corpus callosum and least in the cerebellum. As in other cases large quantities are found in the kidney with less in the liver.
As will be seen a wide variation may occur between different organs and within different parts of the central nervous system. In three of the cases of Minamata disease reported by Kurland et al. (1960) of 26 days', 90 days', and 553 days' duration the mercury concentration in the brain was found to be 1,500, 500, and 500 ,ug./100 g. tissue respectively. In their control case of a Minamata patient dying from an unrelated disease the mercury concentration in the brain was 10 ,ug./100 g. Five cats dying of Minamata disease had concentrations of 1,800, 800, 1,900, 1,000, and 900,ug./100 g. in the brain whereas three control cats all had concentrations of 10 ,ug./ 100 g. mercury. group.bmj.com on July 6, 2017 -Published by http://jnnp.bmj.com/ Downloaded from (Ferraro, 1928; Weil, 1946) .
That certain areas, such as the calcarine cortex, the cerebellum, and the corpus callosum, are involved in organic mercurial poisoning would appear to be due to a high concentration of the toxic substance in these regions.
Clinical, pathological, and chemical aspects of a case of fatal organic mercurial encephalopathy are described. The main neuropathological change was selective cortical damage, especially of the calcarine, parastriate, motor, and sensory areas, and of the caudal part of the first temporal gyrus. The loss of neurones was associated with marked porosity of the underlying white matter and swelling of the oligodendrocytes. The chemical analysis showed an especially high level of mercury in the corpus callosum.
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